Mast cell-deficient W/W`mice and their mast cell-sufficient littermates were given infections of Trichinella spiralis. W/WV mice were slower than their littermates to expel adult T. spiralis. Repair of the mast cell deficiency of W/W" mice by bone marrow grafting was accompanied by acclerated expulsion of T.
spiralis Although intestinal mastocytosis regularly accompanies many intestinal nematode infections (1, 2) , the role, if any, of mast cells in expulsion of nematodes is unclear (2, 5) . To evaluate the role of mast cells in expulsion from the intestines of mice of adult Trichinella spiralis, a nematode which causes prominent intestinal mastocytosis (11), we used mast cell-deficient W/W' mice, their mast cell-sufficient littermates, and WIW'" mice made mast cell sufficient by bone marrow grafts. We report here that mast cell-sufficient mice expel adult T. spiralis worms more rapidly than do mast cell-deficient mice.
Mice of the W/WV genotype have macrocytic anemia and have been used often in experimental hematology (12) . In 1978, Kitamura and coworkers (6) reported their important observation that W/WV mice are mast cell deficient; however, their study was limited to connective tissue mast cells. Others later showed that W/W"' mice are deficient not only in connective tissue mast cells but also in thymus-dependent (9) intestinal mucosal mast cells (MMC) (4, 13) . The anemia (12) and the deficiency of W/W" mice in both connective tissue mast cells (7) had prolonged infections (day 23 p.i. median, 52 worms) and lacked intestinal MMC. The experiments described here show (i) that mast cell-deficient W/W' mice are slower than their mast cell-sufficient littermates to expel intestinal T. spiralis and (ii) that bone marrow repair of the mast cell deficiency of W/W' mice is accompanied by acclerated expulsion of T. spiralis. It is possible that delayed expulsion of T. spiralis results from some deficiency of W/WV mice other than the mast cell deficiency and that the accelerated expulsion of T. spiralis by W/W' mice given bone marrow is due to some effect of the marrow graft other than repair of mast cell deficiency. However, we have shown that W/WV mice are normal or elevated in ability to produce antigen-specific immunoglobulin M, G, and E antibody responses and delayed-type hypersensitivity and contact sensitivity reactions (10) . Others (15) also failed to detect any major defect in the immune system of W/W' mice.
It is important to note that in three of four reported studies, Nippostrongylus brasiliensis infections were prolonged in W/W" mice (3, 4, 8, 13 It appears, therefore, that delayed expulsion of T. spiralis from W/W' mice is due to their lack of mast cells, but defects other than mast cell deficiency that are not corrected by marrow or spleen cell grafts must account for delayed expulsion of N. brasiliensis from W/W' mice. This apparent difference in the involvement of mast cells in parasite expulsion is perhaps the result of the different association of the nematodes with the intestinal tissues of the host-N. brasiliensis is a lumen dweller whereas T. spiralis worms lie within the cytoplasm of cells of the intestinal mucosa (16) .
